of the ER markers, localized to the membrane of the large vacuoles ( Figures 1D-1F, arrowheads) . These results are consistent with CUP-4::GFP localizing at 
is functioning as a dominant-active promoter of endosome fusion in C. elegans, as in mammals [17] . In wildtype animals, the majority of the coelomocytes showed an accumulation of GFP in the RAB-5(Q78L)-induced large vacuoles (33 out of 37 coelomocytes). We could rarely detect GFP in such vacuoles in cup-4 mutants (1 out of 97 coelomocytes) ( Figure 2B ), though many of these coelomocytes still contained RAB-5(Q78L)-induced large vacuoles indicating excessive endosome fusion (H.F., unpublished data). These results indicate that, at least at steady state, cup-4 mutations block endocytosis of marker proteins prior to their entry into early endosomes.
Late Endocytosis Phenotype of cup-4
Mutant Coelomocytes cup-4 mutant coelomocytes accumulate some fluid markers, indicating that some uptake remains. To determine in which compartment the endocytic tracer accumulates, we monitored the uptake by coelomocytes of bovine serum albumin conjugated to Rhodamine (BSA-Rhod) after its injection into the body cavity. We performed this assay in wild-type and cup-4 mutant in coelomocytes.
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